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Introduction

v Fol| A o] BA oFtd HHF (sepsis) 2 A7
ok 20 Rhyo] AjdEh= Ao BuEd, HAHo= 4
g3 g2} 10 WA 20% A =7} Al ez i
A glth, B3 8 Fo oa) &£ (septic shock)?} =
AY Aol 60% olde] #R7 At e B
ndr}, oAl HBEN 238 Agehs @2 gEE
< HEY AARdE HF771FE A (multi-organ
dysfunction syndrome)ell €39, d377js824dL 7
A71E FAEE 2E A EolM e AL-gge Fofe
sl A WAE= Ao oldEa vk HEFA =
2 Aikago] wAlElE YAE ZA T IHAE AEE
& 30 A HES 9g distrubutive shocke) 2
o] Sodgolt EHATZ A w8l ke AE
o] Ao zHoze @FA ARRE o[ Fo]AA
%= Aoln, F HAZE vAHEIE A (microvascular
circulation)®] FA2 ZHo|M 9] 4txo] AHe} o4
2o Aoz} Aot Aolth &, HYF oA D
el a el 2.7 (intravascular leukaggregation), 38
7o AgAde] Foh (abnormality of red blood cell
deformability), ¥"@&e Fi49 F7t  (increased
microvascular permeability), IFEE<] thadlza LA
(interstitial protein loss), &3 #F 59| @4kl os)
H Ao o] of7iEH, sl CAF AL vha] AH 7

27 AN RS JLE L ALFIe FoAE fdet

o &g 71Fe} 71 FAE oprjgte Aotk

metA fE SN B 24 Adas Aol H)
32 WHAYE ofdstn, A8 WS AL, 4
22 qFae T4 deE A deH, o7 A
o 1593 384 R SFEAF oM o &4
of & YFHez ATt ojFoi gt

EEROIM TH A2 Fojot
B7| SHBe| ony
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JAE TP AL AATFE ol ZAF o
Az o] "0 ATP £HR o7 PEoyorAy
FAHY %S KA Qo o] AR AF3]
42 3ol el 4 $ol o) ZYoze Mt
Faol AgEA] FL Lo oniste A= ohekdt
e HA7|AE A3 itk & 8/ 571 ¥R
AEE, ZFo A AaeFH (oxygen extraction)e] F
7}, heat shock protein 53 glucose regulated protein
Z7t Bol 283 Zld gl A AitihFe A
=7 AT ol dolMAY, 2 717l 437
& ZopsE ol g BA 7ide] dA trhEA e,
Adle Axe ApEa zze] JAE 27193 8
o 24 @ 232 Ak 2 23 AAd IeEE
Hol ohyx, g vizfAe TheFst toxin®] £H|E E3)
o & A7el71A] Fgs FA dohs Abdelr) o
g AR 2 F9Y 4 B2 ischemia/reperfusion
injury model& B3jA 1HUTH £33 53] F3YF
9] gl Aol #olde] AREA FHGE Sl
AEs AulMdo] AAA FFEve ¢ maqdgs ¥
MNgTE FuAIZE ¢ vk 8osd, A FAME &
718l 24 a3 Folr)l 2 A7y A4 FelE
frareie], ERel AEEeL Wada FoE TAAA
thg7) e Fojets @4o R FREojd £ vk
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AT 22 Auaole el AR A%l G
Hold sl @k zFvoldel AnBere ZAske
wpg AP ok Apgslel gl Worl metd 1 g4
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27 A 9X g £F FE2AdE 2 2449 =7
2@ AR 4FE Zelrt e Ae® Bl uEly
23 AgihFe “ZAMEI AEE FEstEd Fo
7 dejuAl zAe] @) dlA}l (anaerobic metab-
olismell oj2A ¥ 48" Bz 2E3A Fer} Hof
Atk AR 2R AALFE 4T AdtaF, WY, &
g4 2 2AEA (histotoxic) A4tAEIHE PHEEE
Mdog ojsfs oo} o},

Moty el =& HMLF
(global tissue hypoxia) 2l =% 4HH

22 AiraFe A9 A7 REG Adelrz =
A AdasE S A AM7E Sold 7 jith
45 2E {74 diAbe A8y RIEE (ATP
9] 74, NADH¢ £71, oxydized cytochrome aa39] Z+
235 vl BR gys
spectroscopy, luminescent oxygen probe $)& ©]&3}
of AT Yot o] HES HAR 944l A5
g7l e olalFol uk 28 ol FE YAl I

{nuclear magnetic resonance

ol "lo|gZ BaA, d714 UAMME (o lactate)
2 243 AY 2404 HE ZP3e 59 2EF
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1. Azl a2

22 AASH AFAA A#AE Hols Y4Hgl
Z2F: glo) o2k aMake) 24 vital signg] ©
2 5ol 23 4 Al AdxFe] A2 o) vebg &
9 signEolH, uetA ]Eifi signe] Yeld ool
23 APtagol BAYEA, £ A e AL

& glER] AmRolol ﬁJd—.

2. pHet lactate

24 AitaFol BT HFe HME A
anaerobic glycolysis?} dojuivy weba zAujel H+
inon®] FE7F FrbEtn oldl wE dlAd AbE
{metabolic acidosis)e] 2ASI, webr Fuiae] pH
Tae 2F A2l Y8y doe TEHY F
A7 B 5 slv} E=8 A¥FoA gAY Abge wA
2 & 9 lactic acigel 9lajA] AR whelA
A lactate FE2% 23 AMALFTE 7heste AR

ol 8¢t =% g4 lactate X7t FEAY GFEES
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3. DO2/VO2 {oxygen delivery/oxygen consumption) '

Oxygen delivery (5% oxygen transport)E A&
% (cardiac output) ¥ T 944 ¥ % (arterial oxygen
content)¥] FL.2 FHEH, o] g AA7} 2F Y Abi
3} (tissue oxygenation)Z H7}lst= A FE ¢Atel A
o] 85 7x e}, & A7 oxygen delivery= A BAE
T AATFY HAFE AnEinz A Zze] A
7191 T4 {7 JAHA ol FolAE AL A
T E@k o8 FE37 38 Ax=E sdd o
oxygen delivery (DO2)E oxygen consumption (VO2)
2 ke oty BEolv Al HxH 0% oxygen
delivery (DO2=cardiac output X arterial oxygen
content)E FoytHA zo] W& oxygen consumpticn
(VO2)5 S35 e o, 24 HiaaFel e e
W DO2¢] F7te] whet vO27 viAdE e g Sohs A
olgh= 714 el AlE = Wold) AW DO2E A
AHor FikANTE A Alo] Bo| AaHm 1
#4 Fol A7} S2e AA FelE FA oo} o
= AA 20| FEHo) st1, ®3 A¥stA DOz}
VO2E A48t W A7t %%15]01 AR &7] HE
o gl Aldstrldle APdskAl gkl

4, SVO2 (mixed venous oxygen saturation)

Mixed venous oxygen saturation (SVO2)= ZE &2
A5 PFF dHe] oxygen saturation SHAE
oxygen delivery7} A3 £ oxygen demand?}
Frtebe Al i wEbq SVOo2E 94
(cardiogenic) £+ A Y%A (hypovolemic) I A}o)
Fatit 2 o R R YT 93 = HihFol
2% A microcirculation®]
delivery?} 748711 hyperdynamic stateol* oxvgen
demand’l Z718td SVO27t #4E Reg /dqEd &
glek, shA AP Fol A SVO27) Aol Ay 23818 &
bt 49% vt Ed SVOZ e Hedcsd
(pulmonary artery catheter)Z 3] w22 o2 23
AU fiberoptic pulmonary artery catheter® o]}
continuous®HA A, SAHE FA= /] mel
A }EAde R display® 7] Witel D029 o] F-E

ofAte B gxygen
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5. delta PCO2

S g ol Abal ek B (PaCO2)9k 4w "o abalghls
et (PvCO2y8l A}o] & delta PCO22ta @t} =3 A
i olitgegkd WAle] Frisle] FHPolit
getiigte] Z7kstn whEbA delta PCO27F 71 2
o7 J1E 4 Ak AT delta PCO2E S Ho
Seaige] AgES HNte el wed zelr)
Ag g 7] WEel ol go] AT Ut
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6. pHi

o] ¥ & gastric tonometry2t 1 E B =d), YA
A4 glg A2 A7 Tl olatsbgbAaR
9] equlibrationd E3A #1490 pHE 5
Yolt}, fozme) HFFe] gidALY E
Aol A (XY o|ibabehd o
) 94Tty ol4tslet AR e Frlich (F pHiE T4
3l pHiE SA8HE olft HdY3el €79 ghid
A wshA kg AA AR gAS E‘l%’@
Aoz 717 wielct wels pHizl fldute] 8§
2R g IR E & A4 g7y HE4E Hos
ARRZ ol gk ARA pHiZt T4 «AFR14
2 oozt ks B ub ok AT o] Wl vl &
o) ol Ext, 2ol ATHZIm, AWA wet 23
oA Wol7t B WAA GAF Helm vk

2= A ?;].l—‘_ H]-
T AxY
1430) £7h3}
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A2Hog dANAE 23 Adads WES 5
i F2 e grtn stex Aol ot 134
= ETEa pHet lactate 8] A FEA22A =
£ 713 & Rolul, ZA o) %y, §x4) Aol uie}
gR ez 4% 5 givke AN 2 FAM= 4
FEA Mol Bota B 4 qlrh
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Sfola drFel, pHis WAL 23 AisF)
A4S ol Azt Adve] Wheh 24 A%

2, R4 H5Y (Regional blood flow)e| =5

t}dgk catheter§ £4§ H8e 92 A4 g8l
Avk EB= MAIA S o] £33 catheterE &8l A&
EREFE FAE PHEc] ALY, A7
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3. Polarcgraphic oxygen electrodes

ZHol) Heta Ayt FaMLPENS
Holt}. 3pARE FAALRG o] Falo| P E 2F A
&Fo] B $=271 A} (cytotoxic hypoxia). 71
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4. Infrared and near infrared spectrometry

Pulse oximetry®} & Z-& 4ZE o439 hemoglo-
hin, myoglobin %%+ cytochrome aa®] oxidation-
reduction stateZ FA3™ HA F= research 53 o]

o] &-®rh

5. lLuminescent oxygen probes

NADH®] &5 #4& Z74%< intramitochondrial
redox state® s ot

6. NMR sectroscopy and positron emission tomo-
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1. Oxygen deliveryS &715H= ahy

1) Fluid resuscitation

APFY L3N of e} APEFY &3 L
distrubutive shockell X Z7]el @%%—% s7MA e
EA Z7i2e #7E FAM7E o] T3 79
9 FHE Fasn ¥on, F8o] FHEA fkEvd
HHFF feANA HH (whole blood)o] FH12 T} {3
ke FAE ok

2) Vasoactive drugs

Cathecholamine (53] epinephrine) #EF4 &3
oA AMEHAE W =& 9] AAhaRFE FIHATE -
2 9l 24 microcirculatory blood flowE E7 A7 o2
Al &2 b2ste] fEEt Al 28E ¢ Aok HEFE &
AAME A Foll ¥ dopamined AbEshs Aol 71 £2
o], F A %] dopamined] #Hgo] §l.e, dobutamines
7181 Tfo] E 5 i) LR Ade] iz o
2 7}A 8t mean arterial pressureZt A& FAE o
21 A3l A= norepinephrine 2 AHE-ght)

2. Reduction in oxygen demand

1) Sedation and analgesia

A%} sedatione negative inotropic effecte} & 2
e I e}, 44 sedationd F&AM]
AA oA £22E Folu, F5 RANA ] S5 T
A7, AL ZHEEY 4 Tl 2EYS
ZH2= A 71tk Muscle relaxantt weaning difficulty &
o goy AL webdE (4% shiveringolnd
agitationA]) ARG = ok mde] Y& FAleA
coolingol} drugg ©]&3lq sid AAFE A=
oxygen demand& €45+ 3t Wyelrh

2) Mechanical ventilation

FEAAANA TEYA = AAARFE FHEA F

rlo

hed. webd BuessEgolll o] et
A% Aehe 27 ANLTY ANH £b 4
¥ 270l dgdrkd 2710 FAEEL Adte A
o) frelaht,
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